A genetic component in the aetiology of infantile pyloric stenosis (PS) is well established. Segregation analysis is compatible with a multifactorial sex modified threshold model of inheritance but a major gene of low penetrance has not been excluded. PS has been reported to occur in 57% (four of seven) of cases with duplication of chromosome 9qI1-q33. Twenty families with PS were studied using genetic markers at loci D9S55, D9S111, D9S15, D9S12, D9S56, D9S59, and ASS from this region of chromosome 9. Pairwise lod scores of -2 were obtained with all these markers at recombination fractions greater or equal to 004 under both autosomal dominant and autosomal recessive models of inheritance. This provides evidence against the existence of a major locus predisposing to PS within chromosome 9qI1-q33. (J Med Genet 1993;30:393-5) association of PS and duplication of chromosome 9qll-q33. 
Infantile pyloric stenosis (PS) is the commonest condition requiring surgical intervention in the first year of life. Its incidence is estimated to be 1 to 5/1000 live births in Britain. ' 2 Mortality was high until successful treatment by pyloromyotomy was developed by Rammstedt in 1911. Clinically it is characterised by projectile vomiting, visible gastric peristalsis, and a palpable pyloric tumour. Diagnosis is usually made clinically, supported on occasion by examination with ultrasound or barium contrast.
The aetiology of PS is entirely unknown though both genetic and environmental factors have been implicated. Its familial incidence was first reported by Cockayne and Penrose.34 This has been confirmed by subsequent family studies2 7 but the exact inheritance mechanism has not been accurately defined.4 [7] [8] [9] Segregation analysis is best explained by a multifactorial sex modified threshold model of inheritance,""0 but it is compatible with a single major dominant gene of low penetrance with a multifactorial background.8"'2 The nature of the environmental factors concerned has remained unclear.
PS has been described in association with Pedigrees segregating for PS studied with markers on chromosome 9. Seven markers on chromosome 9 were examined for linkage. The map used in the chromosome 9 analysis was from Povey et a121 22 
